Abstract
67
One of the most common events resulting from attack of DNA by the hydroxyl radical is the 68 formation of 7,8-dihydro-8-oxodeoxyguanosine (8-oxo-G); a DNA lesion extensively studied due 69 to its strong mutagenic and genotoxic properties (3). However, the hydroxyl radicals can also 
79
It has been shown that oxidative stress is a crucial factor that promotes mutagenesis in 80 nutritionally stressed bacteria (10) (11) (12) (13) and that the oxidized guanine (GO) DNA repair system oxidizing agents (Fig. 1A-B MutM-deficient strain were restored to the levels of the parental strain following expression of 268 mutM from the IPTG-inducible Phs promoter (Fig. 1C) . Moreover, the overexpression of mutM 269 induced a significant decrease in the mutation frequency to Rif r of a hypermutagenic strain that 270 was deficient for MutM, MutY and MutT (Fig. 1D) .
271
In agreement with a previous report (37) (Fig. 2) . Moreover, we corroborated that the genetic defect in mutM did 307 not affect the survival of B. subtilis cells starved for his, met and leu during the ten days that 308 lasted the SPM experiments (Fig. S1) . Table 1 ). The results showed that this strain 318 expressed barely similar levels of β-galactosidase during the exponential, transition (from 319 exponential to stationary phase) and first hours of stationary phases of growth (Fig. 3A) .
320
However, the expression levels of the reporter lacZ gene commenced to diminish during the late translational mutM-flag fusion (Fig. 3C) transcription of a mutM-lacZ fusion inserted in the genome of strain B. subtilis YB955 (Fig. S2) .
334
Therefore, in conjunction with previous reports (48, 55-57), it is feasible to conclude that that deficiencies in mutM significantly increased the mutagenesis levels in the three alleles tested.
350
However, the mechanisms involved in generating such reversions could be different; thus for the 351 his and met alleles ROS-promoted synthesis of 8-oxo-G could be responsible of these reversions.
352
In support of this contention, genetic inactivation of mutY in the MutM-deficient strain 353 dramatically increased the production of His and Met revertants in the resulting mutM mutY 354 mutant (Fig. 4) . In contrast, the levels of reversion of the leu allele in the mutM/mutY strain were 355 reduced compared to those observed in the mutM and parental YB955 strains (Fig. 4C) subtilis strains were determined as described in Materials and Methods. Data represent counts 614 from six plates averaged from three separate tests normalized to initial cell titers ± SD.
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